aneurysm formation may result and ischaemic effects follow in the tissues supplied. The disease has been recognised for almost 100 years, and at first the tendency was to regard it as an unusual manifestation of syphilis. This was natural since a syphilitic form of nodular periarteritis was known and aneurysm formation was frequently the result of syphilitic arteritis. The disease was encountered with great rarity, but the consistent absence of other evidence of syphilis in these cases together with the inability to demonstrate the spirochaete in the lesions caused this theory to be abandoned. Search for other micro-organisms in the lesions was similarly unrewarding, and experiments in the early 1920 's claiming to demonstrate the presence of a virus were generally regarded as unconvincing and could not be confirmed by others. The disease, however, was still generally regarded as being caused by some unknown infective agent spreading along the perivascular lymphatics and damaging the adventitia and media. In 1925 Griiber suggested that the disease was a manifestation of hypersensitivity localized in the vessel wall. This view has been accepted by most observers subsequently, and there appears little doubt that it is correct. Not all are agreed, however, and Selve (1943 et (Fig. 4) (Fig. 9) and is another factor leading to ischaemic changes in the tissues supplied by the affected vessels (Fig. 7) . (Davis, 1942) . Rich (1945) has also blamed iodine, and this substance may have been concerned in Gibson's case (1945) , in which thiourea was also implicated. Marine and Bauman (1945) 
